Since renin was demonstrated to exist in active and inactive forms in kidney extracts of pigs (Boyd, 1974) and rabbits (Leckie, 1973; , the inactive form of renin, which could be activated by acidification, was investigated in human plasma. Skinner et al. (1975) and reported the presence of a similar inactive from of renin in normal human plasma. Moreover, Day et al.(1975) described an inactive form of renin in the plasma of patients with Wilms' tumor, and in diabetic patients and hypertensive patients with proteinuria.
On the other hand, the altered function of the reninangiotensin system has been reported in patients with diabetes mellitus, especially in those with microvascular and/or electrolyte complications (Christlieb, 1976) , however the pathophysiological roles of those inactive renin in this system have not been elucidated. The present studies were performed to assay plasma active and inactive renin in patients with diabetes mellitus and to observe whether or not the amount varied in plasma from patients with no complications and those with microangiopathy. Endocrinol. Japon. February1980 be related to the increased inactive renin in those patients. Although the mechanisms of conversion of inactive to active renin in vivo remain to be determined, activation by endogenous neutral protease including kallikrein is of particular interest (Atlas et al., 1978; Sealey et al., 1978; Osmond et al., 1978) . Markedly low PRA associated with high IRC was observed in some diabetics in Group III, in the present study. Christlieb (1973) reported that long-term diabetics with microvascular complication no longer respond to stimuli normally suffiicent for renin secretion, and suggested that if "big" renin (intrinsic enzymatic activity is low) replaced normal, active renin in plasma, those patients might reveal a low plasma renin activity. Recently, Day et al.(1975) found that the inactive form of renin in the plasma of proteinuric patients, including those with diabetic nephropathy had a molecular weight of60,000and that the renin could be activated by acidification without conversion to the native lower-molecular weight renin, and could not be identified in normal human plasma. On the other hand Body
( 1 077) reported that inactive renin which could be converted to an enzymologically active form by acidification to pH3.3by ,dialysis was found in normal subjects and in patients with essential hypertension, and that the inactive renin had a molecular weight43,000.
In the present study, the inactive form of renin was found in both healthy subjects and diabetic patients. However, the results of our studies do not clarlify the machanism of acid activation and molecular weight definition, since the present study was designed to examine only the biological activity (angiotensin I generation) of human plasma before and after acid activation in normals and diabetics. Further investigation is necessary to elucidate the relation between these findings and the previous reports of inactive renin.
